It is demonstrated that cell proliferation in response to mitogens, natural killer cell (NK) activity, and macrophage functioning of mice may be influenced by either a neurogenic stressor (footshock) or a psychogenic stressor (exposing the mouse to a predator, namely a rat). The nature and magnitude of the immune changes, however, varied across three strains of mice (BALB/cByJ, C57BL/6ByJ, and CD-1), differing in reactivity to stressors and also as a function of the type of stressor employed. While footshock reduced mitogenstimulated B-cell proliferation in BALB/cByJ mice, it had the opposite effect in the CD-1 strain. Exposure to the predator, however, had little effect in any of the strains. Macrophage activity and NK cytotoxicity were reduced in response to both stressors in a strain-dependent fashion. Plasma corticosterone in response to footshock was greater in BALB/cByJ than in C57BL/6ByJ mice; however, the strain difference was not evident in response to the psychogenic stressor. It is suggested that analyses of stressor effects on immune functioning need to consider the specific strain/species employed, the particular immune parameters being examined, and the nature of the stressor employed.
While stressors reliably influence various neuroendocrine and central neurotransmitter processes, the nature and magnitude of these effects may be related to the characteristics of the stressor (e.g., severity, chronicity, predictability, controllability), as well as several experiential (previous stress history) and organismic factors (age, strain, species) (Anisman, Shanks, Zalcman, & Zacharko, 1992; Stanford, 1995; Weiss, Stout, Aaron, Quan, Owens, Butler, & Nemeroff, 1994) . Despite the apparently ubiquitous consequences of stressors, the alterations of central neurotransmitter and hypothalamic-pituitary-adrenal (HPA) hormonal activity elicited by different types of aversive stimuli may be subserved by diverse neuronal circuits. In this respect, Herman and Cullinan (1997) suggested that both ''processive'' stressors (operationally defined as those involving higher-order sensory processing, such as exposure to novel environment, fear conditioning, exposure to predators) and ''systemic'' stressors (e.g., those that do not involve evaluative processes, such as respiratory, cardiovascular, and immune challenge) effectively stimulate HPA activity. However, while processive stressors are postulated to do so via the amygdala, systemic stressors are thought to involve nonlimbic mechanisms.
The immunological consequences of acute stressors, like the neuroendocrine and neurochemical alterations, may be dependent on the organism's prior stressor history (Keller, Schleifer, & Demetrikopoulos, 1991; Kusnecov and Rabin, 1994; Rinner, Schauenstein, Mangge, Porta, & Kvetnansky, 1992) , genetic and ontogenetic variables (Lysle, Cunnick, & Rabin, 1990; Rabin, Lyte, & Hamill, 1987; Shurin, Kus- 
